Blood samples were collected from oestrogen-primed gonadectomized adult rats before and after electrical stimulation of the preoptic part of the hypothalamus. Six groups of rats were used for the experiments. These were (a) males castrated on the first day of life, (b) males castrated after puberty, (c) females ovariectomized after puberty and (d), (e) and (f) females given testosterone propionate at birth (1\m=.\25,0\m=.\125 and 0\m=.\0125 mg / r a t respectively). Neonatal exposure of the female rats to testosterone caused a dose-dependent increase in the amounts of prolactin released to levels significantly (P<0\m=.\01)higher than those observed in male animals and in untreated females. The results indicate that although neonatal testosterone inhibits oestrogen-stimulated prolactin secretion in adult rats, the neuroendocrine apparatus controlling secretion of the hormone is capable of being activated to greater effect after exposure to androgens at the time of birth.
INTRODUCTION
As a consequence of rising concentrations of ovarian oestrogen in the systemic circulation, female rats pro¬ duce a surge in the plasma concentration of prolactin during the afternoon of pro-oestrus. These surges do not occur in male rats castrated as adults and exposed to oestrogen or in adult female rats exposed to androgens on the first day of life. However male rats castrated on the first day of life will exhibit prolactin surges if primed with oestrogen when adult. Therefore oestrogen-stimulated prolactin secretion is a sexually differentiated phenomenon and this differentiation depends upon exposure to androgen during the perinatal period (Neill, 1972) . There is now abundant evidence that this action of androgen is mediated via the brain (rather than the pituitary gland). Indeed neonatal exposure to testosterone causes a lifelong change in the structure and organization of the pre¬ optic part of the hypothalamus (Raisman & Field, 1971; Dyer, MacLeod & Ellendorff, 1976; Gorski, Harlan, Jacobson et al. 1980; Arai, 1981) . Since this part of the brain regulates prolactin secretion (Tindal, 1974; Freeman & Banks, 1980) there is some belief that both male and neonatally androgenized female rats fail to generate oestrogen-stimulated prolactin surges because androgens have changed the organiz¬ ation of the preoptic 'trigger zone'. In a previous study Colombo (1978) 
RESULTS
The mean ( +s.e.m.) maximal increment (see Fig. 1 (Tindal, 1974) , acting both to mediate the prolactin response to oestrogen and to integrate the neural input from the cervix which leads to prolactin secretion, preoptic neurones do not comprise (all) the final common pathway in the neural system regulating release of the hormone. Prolactin secretion is controlled predominantly by a prolactin-inhibiting factor (dopamine, which is released into the hypophysial portal vessels from cells located in the arcuate nucleus) and thyrotrophinreleasing factor (TRF, which is synthesized by neurones in the periventricular region and stimulates prolactin secretion as well as thyrotrophin). The electrical stimulation of the preoptic area probably influences prolactin secretion by changing the release of either dopamine and/or TRF into the hypophysial portal vessels (see Grosvenor, Mena & Whitworth, 1980 
